Selective COX-2 and COX-1 inhibitors were administered (i.p. acutely) to normal and parkinsonian rats, followed by the analysis of the striatal dopamine, GABA and glutamate concentrations using the microdialysis technique, simultaneously, the catalepsy of animals was evaluated . Selective COX-2 inhibition showed improving effects on the catalepsy followed by decreasing the striatum glutamatergicGABAergic and enhancing the dopaminergic neurotransmission. In addition histological studies showed that COX inhibition had not any improving effects on damaged SNc neurons.
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In different paradigms, inflammation contributes to the neuronal damage and anti inflammatory agents such as dexamethasone and celecoxib have been shown to provide some neuroprotection in PD models 5, 6 . The study of striatal dopaminergic-glutamatergic-GABAergic interactions has special importance due to the physiological and pathophysiological processes of these systems, such as Parkinson's disease 7 . Previously we showed that anti inflammatory agents such as COX-2 inhibitors 8 or COX-2 gene expression inhibitors 9 can improve the rigidity of parkinsonian rats with uncertain mechanisms. Investigation of the effects of COX inhibitors on catalepsy, striatum neurotransmission changes [~simultaneously] and damaged substantia nigra pars compacta (SNc) neurons recovery were interest of the study.
These animal experiments were carried out in accordance with the recommendations from the declaration of Helsinki and the internationally accepted principles in the use of experimental animals.
Each rat was anesthetized separately by injection of 75 mg/kg ketamine combined with 8 mg/kg Xylazin i.p. Then the rats were placed in the stereotaxic instrument. The left SNc, region of the nigrostriatum was targeted at the following coordinates: -4.8 mm posterior and -1.6 mm lateral to bregma and 8.2 mm ventral to the surface of the skull for the left SNc according to the atlas 10 Vehicle (0.2% ascorbic acid) or 6-OHDA (8 μ g in 1 μ l in 0.2% ascorbic acid) was infused unilaterally through a 26-gauge stainless steel cannula into the SNc region thus creating hemiparkinsonian rats. Then the skull was exposed and a hole was drilled through it in the area overlying the right striatum, using the following coordinates with respect to the bregma: A/P + 1 mm; M/L + 3 mm, D/V + 6 mm according to the atlas 10 . A guide-cannula lowered into the brain was fixed to the cranium and the incision was closed. Rats were allowed to recover from the surgery for 7-10 days.
Microdialysis experiments were performed in normal and SNc-lesioned animals. On the experimental day a microdialysis probe was inserted into the cannula, and the inputs of the probes were connected to a microperfusion pump CMA/102 infusion pump (CMA/Microdialysis, Sweden), which delivered a modified Ringer solution (147 mM NaCl, 1.2 mM CaCl2, 2.7 mM KCl, 1.0 mM MgCl 2 and 0.04 mM ascorbic acid) through the probe at a flow rate of 2 μ l/min.
Ringer solution was then infused for 3-3.5 h before the baseline samples were collected to obtain stable basal extracellular levels of dopamine, glutamate or GABA. The microdialysate samples (20 μ l) were collected every 20 min. When a stable outflow was shown by four consecutive samples of neurotransmitters, rats were given Celecoxib (3, 6 mg/kg) and Compound 11b (2, 4 mg/kg) that we previously reported it 11 as a new selective COX-2 inhibitor and SC-560 (1, 2 mg/kg) and DMSO as their vehicle. Control rats received a saline injection (1 ml/kg) i.p. The dialysates were collected for 4 h after the administration of COX-2 or COX-1 selective inhibitors.
The stress caused by the i.p. vehicle injection, catalepsy evaluation and handling of the rats was not found to alter the extracellular glutamate-dopamine levels. In part of experiments, when the rats were given drugs or vehicle after four stable consecutive samples, the dialysates were collected for 2.5h after the injection. Microdialysate levels of glutamate and dopamine were analyzed immediately. Dopamine was analyzed by reverse-phase HPLC with electrochemical detection 12 and the HPLC with flourometric detection was used for determination of glutamate- Simultaneously to microdialysis experiments catatonia was assessed at 30 minute (min) intervals until 120 min and at the end of 240 min by means of standard bar test 14, 15 . Unilateral lesion of SNc was chosen so that it could elicit a moderate degree of catalepsy and thus enable the detection of either attenuation or potentiation of phenomenon 8, 9 . Catalepsy was assessed in terms of the times for which the rat maintained an imposed position with both front limbs extended and resting on a 10 cm high wooden bar (1.25 cm diameter). The end point of catalepsy was considered to occur when both front paws were removed from the bar or if the animal moved its head in an exploratory manner. A cut-off time of 300 seconds was applied. In the study, the drugs were administered only once at time 0 min. After the experiments, rrecovery of damaged SNc neurons was evaluated using the histological studies by preparation of 50 µm coronal brain sections as previously described 9 .
The data was shown as the mean ± SEM and the catalepsy-data was analyzed by one way 
